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Summary and conclusion

Summary and Conclusion

Hepatocellular carcinoma (HCC) is the fifth most common
malignancy in the world (El-Serag, 2002) and the third most
common cause of cancer related death (Kaseb et al., 2009). It
results in 598,000 deaths per year worldwide (Parkin et al.,
2005).

Diagnosis of HCC depends on clinical evaluation,
laboratory diagnosis, imaging techniques and histopathological
techniques. The patient may be completely asymptomatic with
no physical signs other than those of cirrhosis. So the laboratory
markers of HCC are very important in early diagnosis for better
prognosis (Kim et al., 2006).

Any cause of liver disease that can result in cirrhosis
should be considered a potential risk factor for HCC. The most
common causes of cirrhosis, namely HBV, HCV and alcohol,

are also the most common causes of HCC (Davis et al., 2008).

The conventional and the most commonly used marker for
HCC is alpha fetoprotein (AFP), but it has low specificity and
unsatisfactory sensitivity in the diagnosis of early HCC. So
there is need for supplementary markers for AFP to increase the
sensitivity in early diagnosis of HCC as well as the specificity
in differentiation between HCC and benign lesions (Kim et al.,
2006).
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Introduction

Introduction

Hepatocellular carcinoma (HCC) is the fifth most common
malignancy in the world (El-Serag, 2002) and the third most
common cause of cancer related death (Parkin et al., 2001 &
Kaseb et al., 2009). It results in 598,000 deaths per year
worldwide (Parkin et al., 2005). Its incidence is increasing
worldwide ranging between 3 and 9% annually (Velazquez et
al.,, 2003). More than 500,000 new cases are currently
diagnosed yearly (Llovet et al., 2003).

There is considerable geographical variation in the
incidence of HCC (Parkin, 2006). The rates of HCV in Egypt
are among the highest in the world (Arafa et al., 2005 and El-
Gafaary et al., 2005). In Egypt, the annual proportion of HCC
showed a significant rising trend from 4.7% in 1993 to 7.2% in
2002 (El-Zayadi et al., 2005). HCC generally occurs in
association with cirrhosis, particularly due to hepatitis C,
hepatitis B, alcohol, hereditary hemochromatosis, and primary

biliary cirrhosis (Bruix and Sherman, 2005).

If HCC left untreated, liver cancer has a poor prognosis
(Jemal et al., 2006). Complete surgical resection and liver
transplant are at present the only curative treatment options
(Schwartz et al., 2003). Unfortunately, the majority of patients
with liver cancer are present with advanced unresectable
disease so they are not surgical candidates (Lopez et al., 2004

and Kaseb et al., 2009). Hence, screening programs of patients




Introduction

at risk, such as chronic carriers of hepatitis B and C represent
attractive strategies for potential improvement of the outcome
of HCC patients.

Currently, imaging techniques including ultrasonography,
computed tomography scanning, and magnetic resonance are
used for the diagnosis of HCCs. However, these techniques can
not adequately differentiate benign hepatic lesions from HCC
(Befeler et al., 2002).

Therefore, it is very important to detect this disease and the
recurrence at its earlier period. Serum tumor markers are the
effective method for detecting hepatocellular carcinoma for a
long time (Zhou et al., 2006).

Serum alpha fetoprotein (AFP) is the most widely used
tumor marker for diagnosis as well as surveillance of HCC
(Hsia et al., 2007 and Kaseb et al., 2009). However, AFP
levels may be normal in up to 40% of patients with HCC,
particularly during the early stages (low sensitivity).
Furthermore elevated AFP levels may be seen in patients with
cirrhosis or exacerbations of chronic hepatitis (low specificity)
(Wei et al., 2006).

Thus the identification of novel biochemical markers for
HCC remains an important goal for many laboratories around
the world (Nakatsura et al., 2003).
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Hepatocellular carcinoma (HCC) is a highly vascular
tumor characterized by neovascularization and a high

propensity for venous invasion (Poon et al., 2001).

Vascular endothelial growth factor (VEGF) is the most
potent directly acting angiogenic factor known so far, It is a
soluble, homodimeric 34 - 42 kDa heparin-binding glycoprotein
that specifically stimulates endothelial cell proliferation and

enhances vascular permeability (Poon et al., 2001).

VEGF promotes extravasation of plasma fibrinogen,
leading to the formation of fibrin scaffolding that facilitates cell
migration during invasion (Dvorak et al., 1995 & Kaseb et al.,
2009). As an endothelial growth factor, VEGF stimulates
endothelial cell proliferation, thus inducing the budding of new
blood vessels around the growing tumor masses (Kaseb et al.,
2009).

Zhou et al., 2006 and Kaseb et al., 2009 reported that
serum VEGF levels were significantly elevated in HCC patients
as compared with patients with benign liver lesions and normal
controls. Also they reported that serum VEGF levels were not
significantly different between the patients with benign liver

lesions and normal controls.




Aim of the Work,

Aim of the Work

The aim of the present study is to investigate the clinical
utility of wvascular endothelial growth factor (VEGF) in
hepatocellular carcinoma (HCC) patients and comparing the

results with those having chronic liver disease.




